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dependent on culture, although this point requires 
evaluation with a larger number of clinical specimens. 
Such large-scale studies on clinical specimens will also 
be required before this procedure might be of interest 
for the diagnosis of mycobacterial infection. In 
particular, decontamination of clinical specimens and 
contamination of cultures by non-mycobacterial strains 
might influence the sensitivity and specificity of the 
method and require careful evaluation. 
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Capnocytophaga canimorsus is a Gram-negative, fusi- 
form, micro-aerophilic rod. The organism is part of 
the normal oral flora in cats and dogs [l]. The 
estimated incidence of septicemia in humans is 0.5 
cases per million inhabitants per year [2]. The disease 
especially affects asplenic or alcoholic individuals and 
patients using steroids. Fifty per cent of the patients 
had been bitten by a dog in the week before admission 
C. canimorsus has been identified as a cause of 
tricuspid valve endocarditis in patients with risk factors 
PI. 
for infection with C .  canimorsus or with cardiac 
abnormalities. We report a case of rapidly progressive 
right ventricular failure due to right-sided endocarditis 
caused by C. canirnorsus in an immunocompetent 
woman without structural cardiac defects. 
A 69-year-old woman with a history of chronic 
obstructive pulmonary disease (COPD) developed 
progressive edema in both legs in 2 weeks, without 
progressive dyspnea or orthopnea. She had no history 
of cardiac disease. O n  examination she was slightly 
dyspneic, with a blood pressure of 110/85 mmHg, a 
174  C l in ica l  M i c r o b i o l o g y  a n d  In fec t ion ,  V o l u m e  5 N u m b e r  3, M a r c h  1999 
Figure 1 Transesophageal echocardiogram four-chamber view, showing a large tricuspid valve vegetation (indicated with 
arrow) prolapsing in systole into the right atrium. LA, left atrium; Iv, left ventricle; ra, right atrium; rv, right ventricle. 
regular pulse of 90/min and a body temperature of 
37.6"C. The central venous pressure was elevated. 
Auscultation of the heart revealed no abnormalities. 
Breathmg sounds were diminished with prolonged 
expiration. There was pitting edema of both legs. 
Laboratory findings were as follows: ESR 5 m / h ,  
Hb 7.6 mmol/L, leukocytes 13.9 x 109/L with a 
normal differentiation. Chest X-ray showed enlarged 
pulmonary arteries without further abnormalities. The 
electrocardiogram showed sinus rhythm 80/min, with 
signs of right ventricular overload. The presumed 
diagnosis was right ventricular failure due to pulmon- 
ary hypertension in a patient with COPD. Treatment 
with diuretics was started. The day after admission she 
developed an intermittent fever up to 40°C with 
shivering attacks. She admitted to having had similar 
disturbances in the week before admission. Trans- 
thoracic echocardiography was performed, and showed 
right atrial and ventricular dilatation, tricuspid valve 
regurgitation with a calculated flow of 4.3 m/s and a 
floating mass on the anterior tricuspid valve leaflet. 
These findings were confirmed by a transesophageal 
echocardiogram (Figure 1). Because of the rapidly 
progressive right ventricular failure, the tricupid valve 
dysfunction, the floating mass and fever, a diagnosis of 
endocarditis was made. 
Three blood cultures (three aerobic and three 
anaerobic bottles) were taken and empirical therapy 
with intravenous cefuroxime (3 x 1.5 g), intravenous 
flucloxacillin (4 x 1 g) and intravenous gentamicin 
(1 x 120 mg) was started. After an incubation period of 
7 days one blood culture showed growth of a Gram- 
negative rod that seemed to be C. canirnorsus. The 
identification of the organism was confirmed at the 
National Institute of Public Health and the Environ- 
ment. The strain did not produce beta-lactamase. The 
patient was treated with intravenous penicihn (6 x 2 g) 
for 6 weeks. There was no relapse of fever and no 
further increase in right ventricular failure. Two weeks 
after the end of antibiotic therapy, transesophageal 
ultrasound showed a significant decrease in the size of 
the floating mass on the tricuspid valve. 
C. cunimorsus is an infrequent cause of bacteremia. 
However, its frequency as a pathogen may be under- 
estimated because the results of blood cultures can be 
hampered by the slow growth of the organism and the 
prophylactic use of penicillin after dog bites. In the 
present case, only one of six blood-culture bottles was 
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positive. In another case report of tricuspid valve 
endocarditis, 38 blood cultures were needed to find the 
organism [3]. Our patient had none of the risk factors 
for infection with C. cunimorsus. There was no history 
of alcohol abuse or steroid consumption. Abdominal 
ultrasound showed a normal spleen and her blood film 
did not suggest a non-functional spleen. There was no 
history of a dog or cat bite. 
In two reviews of the literature on C. cunimorsus 
infections, only 10% of the patients had endocarditis 
[2,4]. Usually the aortic or mitral valve is infected. Only 
three cases of isolated tricuspid valve endocarditis have 
been reported. Two of them had other cardiac 
abnormalities (tricuspid valve myxoma and atrial 
septum secundam) and the third patient was an 
alcoholic [3,5,6]. Our patient had no risk factor for 
endocarditis in general, or for C. cunimorsur infection in 
particular. 
We conclude that C. caniniorsus should be con- 
sidered as a cause of right-sided endocarditis even in 
imniunocompetent patients without a history of a dog 
bite. 
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